Interruption of the aortic arch is an uncommon malformation in which there is no direct continuity between the aortic arch and the descending aorta, the latter arising through a patent ductus arteriosus. Three types are described, depending upon the site of interruption in relation to the arch vessels. A large ventricular septal defect is present in 94% of cases. It is to be distinguished from aortic arch atresia, which should be regarded as a severe form of preductal coarctation in which the luminal continuity of the arch and descending aorta is absent. Three cases are described: the first demonstrates the natural outcome of the uncorrected anomaly with progression to Eisenmenger's syndrome; the second illustrates the feasibility of surgical treatment in the neonate; the third is an example of total correction of aortic arch interruption with the common associated anomalies. Diagnosis in infancy is difficult in view of the paucity of definite clinical criteria. Surgery in the infant should consist of reconstruction of the aortic arch together with pulmonary artery banding. In older children total correction can usually be performed electively in a two-stage procedure.
Interruption of the aortic arch is an uncommon anomaly first described in the 18th century by Raphael Steidele (Roberts, Morrow, and Braunwald, 1962) . In a recent review Lie (1967) found reports of 88 cases and added two of his own. An additional 16 cases have since appeared in the English literature (Hairston, Webb, and Lee, 1967; Sirak, Resallet, Hosier, and De Lorimer, 1968; Rochette, Stanley, Ethier, and Davignon, 1968 ; Tawes et al., 1969; Sissman, 1968; Reidbord, 1964; Tyson, Harris, Nghiem, 1970) . The condition differs from atresia of the aortic arch in that complete discontinuity exists between the aortic arch and the descending aorta. Associated cardiac anomalies are almost invariably present. A large ventricular septal defect was diagnosed and the child was treated medically. At 1 year, cardiac catheterization was undertaken because of persistent cardiac failure, and a large left-to-right ventricular shunt with balanced pressures was confirmed. It was necessary to abandon prematurely the procedure because of arrhythmia, but not before the catheter had passed into the descending aorta through a relatively posteriorly situated vessel presumed, at the time, to be the ascending aorta.
On 21 September 1966, a left thoracotomy was performed with the object of banding the pulmonary artery. A type A aortic arch interruption was found with a massively dilated and tense main pulmonary artery. The surgeon did nothing because he believed the lesion could not be corrected. Since then gradual progression of the pulmonary vascular resistance to an Eisenmenger lung has occurred (Fig. 4) . The child, now 42 years old, has generalized cyanosis, clubbing, right ventricular hypertrophy, and marked right axis deviation. CASE 2 A 6-day-old female weighing 6 lb 6 oz (2-9 kg) was admitted to hospital on 27 September 1969 because of feeding difficulties and breathlessness. She was not clinically cyanosed; the respiratory rate was 90/min and the pulse rate 160/min. Femoral pulses were not palpable. By the flush technique the systolic pressure in the legs was 40 mmHg and in the arms 75 mmHg. A summation gallop and a systolic murmur were heard over the whole precordium. Radiological cardiomegaly with pulmonary plethora was present ( Fig. 5a ) with electrocardiographic evidence of right ventricular hypertrophy and marked right axis deviation (Fig. 6) (Fig. 7a) showed cardiomegaly and pulmonary plethora. An electrocardiogram (Fig. 8) 
common association of a ventricular septal defect with a patent ductus arteriosus and aortic interruption constituted a specific cardiovascular trilogy. Other associated anomalies include hypoplasia of the proximal aorta, bicuspid aortic valve, subaortic stenosis, mitral stenosis or atresia, persistent truncus arteriosus, double outlet right ventricle, and anomalous origin of the right subclavian artery. Lie (1967) uses the all embracing term Steidele's complex to describe any congenital malformation complex which includes disconne-(b) xion of the ascending and descending aorta. The cardiac abnormality probably derives from a disturbance of conal septal development with deviation of the infundibular septum leftwards, posteriorly, and inferiorly, resulting in malalignment of the conus with the ventricular septum. This hypothesis would account for its frequent association with hypoplastic left heart lesions, a ventricular septal defect, and the variable overriding of the ventricular septal defect by the pulmonary trunk.
Diagnosis in infants is difficult. Differential cyanosis is present in less than 30% of cases (Roberts et al., 1962) . Its absence is usually attributed to left-to-right shunting through an unrestrictive ventricular septal defect, although a large collateral circulation (Pillsbury, Lower, Shumway, 1964; Daves and Treger, 1964) and the co-existence of acrocyanosis, frequent in neonates, are other factors. Absence or diminution of femoral pulses is rare because balanced ventricular pressures are usual (Roberts et al., 1962) . Not surprisingly, ventricular septal defect is commonly diagnosed, and an aortic abnormality may be discovered only angiographically or as an unexpected finding at surgery. Angiographically, interruption cannot be distinguished from atresia or preductal coarctation, but the presence of balanced ventricular pressures should suggest the possibility of aortic arch interruption. In the cases presented in the literature, 15 infants (up to age 1) have had operations, five of whom survived to leave hospital. All survivors had pulmonary artery banding either alone or together with aortic reconstruction, whereas in the 10 deaths pulmonary artery banding was performed only once. Diminished femoral pulses are unusual in the type which presents in infancy but, when present, may be due to a coarcted ductus (Roberts et al., 1962; Tyson et al., 1970; Fournier and Zaidi, 1960 
